appear to have in common the above three properties and the effect of myxin on the induction and development of active phage from the prophage state in lysogenic bacterium E. coli
K I~(~Y I O
was therefore examined.
Escherichia coli K I~(~) Y I O
cultures in nutrient broth were used in the logarithmic phase of growth at 2 x 108 cells/ml. Samples incubated with O,O.I, 0.5, I so and 2-0 pg/ml myxin were aerated with vigorous shaking at 37 "C. The growth and lysis of the cultures were followed turbidometrically. All the cultures showed a logarithmic increase in extinction for about 60 min. Thereafter the turbidity of cultures exposed to 0.5, 1-0 and 2.0 pg myxin/ml rapidly decreased due to lysis of the cells and release of h phage. After a further 60 min the extinction of these cultures decreased by 28, 62 and 68% respectively for the three myxin concentrations and after another I h they were almost clear. This characteristic growth pattern in the presence of myxin resembles very closely the reported growth curves after induction of lyso- The effect of myxin on the intracellular multiplication of h phage was, therefore, examined in Escherichia coli KI~(A)Y 10. Cultures were exposed to different myxin concentrations and the number of viable cells and infective centres were titrated after 30 min. In the culture exposed to 0.5 pg myxinlml the number of infective centres reached a maximum of about 25% of the original number of colony-formers present (Fig. I) . Under these conditions 40 yo of the original cells retained their colony-forming ability. At 2 pg myxin/ml, when almost all the treated bacteria were killed, 37 yo of the original number were titratable as infective centres. The induction of lambda phage was not severely inhibited with up to 10 ,ug myxin/ml. After full lysis of the cells the maximum yield of phage was found, with 2 pg myxin/ml, to be 6.6 x 109/ml when titrated on the indicator strain K~T , .
Myxin can, therefore, be added to the list of agents that induce the production of bacteriophage in lysogenic bacteria. It is similar in its antimicrobial activity to mitomycin C (Reich, Dietz & Cook, 1965) in that DNA synthesis is inhibited, intracellular DNA is degraded and cell death rather than bacteriostasis results. Structurally, these compounds differ significantly in that mitomycin C and streptonigrin are quinones, myxin is a phenazine derivative and nalidixic acid is a napthyridine derivative (Lesher et al. 1962 ). Infectious T, particles are produced in the presence of myxin (Behki & Lesley, 1971) but not in the presence of mitomycin C . This indicates abnormal or biologically inactive bacteriophage DNA synthesis with the latter compound (Sekiguchi & Takagi, 1960) . Myxin may be useful in studies of differential synthesis of DNA species in such systems.
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